Sheffield)
P R, boy born 13.5.60 History: For five days he had had a cold, cough and dark urine, with attacks of limb stiffening, clenching of hands and turning up of his eyes. For two days the attacks had occurred at halfhourly intervals, each attack lasting about ten seconds; his speech became slurred and his balance was so poor that he had to remain in bed. He had had a headache for the past month, and had vomited once or twice on the day of admission. His doctor had first prescribed diphenhydramine (Benylin), which was changed to metoclopramide for the two days before admission.
Two children from his school had developed jaundice during the previous few weeks.
Past history: Six months earlier he had had three or four similar attacks, which ceased after twentyfour hours. He was given prochlorperazine for dizziness.
On admission (10.10.71): Fully conscious, apathetic, slightly jaundiced. Speech slurred and indistinct; unable to sit or stand without support, tending to lean backwards when attempting to do so. Co-ordination of right hand and arm impaired, right plantar response extensor. His attacks were seen and described as follows: feels dizzy, screws up eyes and face, arms and legs extended; head turns to right, eyes deviate downwards and outwards; fully conscious.
Clinical diagnosis: hepatitis, encephalitis, left parietal lesion, dystonic attacks.
Investigations: SGOT and SGPT >200 iu. Total serum bilirubin 3.2 mg/100 ml (2.5 conjugated).
Urine: bilirubin present. Plasma ammonia 80 ,ug/ 100 ml. EEG three and five days after admission suggested encephalitis and possibly epilepsy. Negative or normal investigations: CSF; X-ray of skull; immunoglobulins; urine and amino acid pattern; serum copper oxidase; monospot (glandular fever); blood lead; screening test for porphyria; serum test for cytomegalovirus, Leptospira icteroha?morrhagim, L. canicola, herpes simplex, toxoplasma; Australia antigen; gamma brain scan.
Progress: Treated with phenytoin 30 mg three times daily from fourth day. Jaundice increased for the first five days, then faded and had disappeared by the seventeenth day after admission.
Speech and ataxia began to improve after one week. His attacks gradually decreased and ceased by the third day. He could walk unassisted by the eighth day but continued to lean backwards. He was discharged on 1.11.71.
There was a gradual improvement in gait and use of right hand, and by December he had only slight difficulty in walking along a straight line. On return to school he had a brief return of his attacks.
Discussion
The coincidence of hepatitis with an encephalitic picture would suggest a common origin, possibly a viral infection, but no virus was identified.
The dystonic attacks appeared to be a separate condition, though the effects of various drugs might have been potentiated by hepatic insufficiency associated with hepatitis. Both prochlorperazine and metoclopramide are known to produce this type of attack, and it is of interest that his dystonic attacks had already begun before he had metoclopramide but seemed to follow the administration of diphenhydramine (Benylin).
Neonatal Sciatic Paralysis (Two Cases) W J W Sharrard mD FRcs (Children's Hospital, Sheffield) Case I N G, boy'born 5.7.57 To stimulate breathing immediately after birth, an injection of nikethamide was made into the umbilical cord. He developed necrosis of the sigmoid colon, a fical fistula, skin and muscle necrosis in the gluteal region and lower abdomen and complete paralysis of the whole of the sciatic nerve. The bowel and skin healed well, but at age 2 years there was persistent paresis of the medial popliteal component of the sciatic nerve and complete paralysis of the lateral popliteal component. Equinovarus deformity developed, requiring operative elongation of tendo achillis and transplantation of the tibialis posterior tendon to the dorsum of the foot in 1962, and a further elongation of tendo achillis in 1964. In 1967 flexion deformities of the toes led to sepsis and ulceration, and in 1969 corrective straightening of the fourth and fifth toes was performed. In 1964 there was 2.5 cm shortening ofthe limb, increasing to 3.4 cm at age 13. At this time the lower femoral and upper tibial epiphyses of the opposite limb were stapled, and difference in limb length is now 1.5 cm.
